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ABSTRACT. The relationship of passive smoking to respiratory 
conditions and pulmonary function was assessed using a cross- 
sectional design in the defined population of Tecumseh, Michigan'. 
The study population was made up of 3,482 children who were 0 to 
19 yr of age at the 1962-1965 examination and for whom questionnaire 
information was available for both parents. Nearly 62% of children 
in this age group were exposed at the time of examination to at 
least 1 parent who smoked. Passive exposure to cigarette smoke 
was associated with an elevated prevalence of phlegm, wheeze, 
asthma, and chest colds among males and wheeze, bronchitis, and 
chest colds among females. Using logistic regression, offspring 
were shown to be 1.5 to 2.0 times more likely to have a respiratory 
condition if both their parents currently smoked than if both 
parents never smoked. FEV1 and FVC among males and Vmax50 among 
females were significantly lower by 5% in nonsmokers 10 to 19 yr 
of age whose parents were current smokers compared with similar 
offspring of never smoking parents. Respiratory conditions were 
generally more frequent and the level of lung function was generally 
lower for males from households where only mothers smoked compared 
with males from households where only fathers smoked, although 
sample size was limited. In females similar relationships were 
less consistent. Differences tended to be larger and more often 
significant for males than for females when respiratory symptoms 
and illness were examined. Comparisons between offspring of 2 
current and 2 never smoking parents and those involving the number 
of parental smokers in a child's lifetime provided stronger 
associations of passive smoking with respiratory conditions and 
lung function than did the number of household smokers, duration', 
or amount of parental smoking. In general, these associations 
were independent of parental education, family size, parental 
reporting bias, and the child's own smoking habits. 
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Introduction 

Until recently, relatively few studies 
have focused on the health effects of pas¬ 
sive or involuntary smoking. Passive 
smoking during infancy and childhood 
has been associated with acute respira¬ 
tory illness (1-16), chronic respiratory 
symptoms (17-22), and reduced pulmo¬ 
nary function (21, 23-26), although not 
all investigations have confirmed these 
associations (27-31). The qualitative and 
quantitative differences of mainstream 
and sidestream cigarette smoke have been 
documented (32, 33); a number of con¬ 
stituents are more concentrated in side- 
stream than in mainstream smoke The 
need for better characterization of ex¬ 
posure and control of potential con¬ 
founding factors has been recognized 
(34-37). 

Investigations involving young chil¬ 
dren are of interest for several reasons: 
(7) confounding effects of active smok¬ 
ing and occupational exposures are ab¬ 
sent, (2) children may be more exposed 
and/or susceptible than adults, and (3) 
the risks of passive exposure can be as¬ 
sessed during the period of lung growth 
and development. Children spend 60 to 
80% of their time indoors (38), depend¬ 
ing on season and geographic location. 
Because cigarette smoking is prevalent 
among adults, the likelihood of passive 
exposure in children is high. It has been 
estimated that 54 to 70% of children are 
exposed to one or more cigarette smokers 
in the household environment (1, 27,28, 
38,39). Because of the large number of 
exposed persons, the proportion of time 
spent indoors and recent energy conser¬ 
vation efforts, the public health impact 
of passive smoking could be substantial. 

The purpose of this study was to as¬ 
sess the cross-sectional relationships of 
passive smoking to respiratory symp¬ 
toms, illnesses, and lung function in chiK 
dren and adolescents of Tecumsch, Mich¬ 
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igan. Several measures of passive smok¬ 
ing were developed from questionnaire 
data. Effects of parental education, fam¬ 
ily size, parental symptoms and illnesses, 
and active smoking by the children them¬ 
selves are evaluated. 


Methods 

Study Population 

Residents of Tecumsch, Michigan have been 
participants in a community-based prospec¬ 
tive investigation for the past 25 yr. The ma¬ 
jor purpose of the Tecumseh Community 
Health Study has been to identify deter¬ 
minants of health and disease in a natural 
community. Its design, methods, and histor¬ 
ical perspective have been described previously 
(40-42). Standard questionnaires, certain 
physiologic measurements, and clinical assess¬ 
ments by physicians were available. 

During the second cycle of examinations, 
conducted between 1962 and 1965, a total of 
4,378 children and adolescents 0 to 19 yr of 
age were interviewed and examined. Of the 


4478 subjects, the following were excluded 
from this investigation: 82 because they were 
not residing with their parents, 688 because 
both parents were not interviewed, and 126 
because they were active smokers (smoking 
habits were available only for those 16 to 19 
yi of age; children 15 yr of age or younger 
were assumed to be nonsmokers). A total of 
3,482 nonsmoking males and females 0 to 19 


(Received in original form August 22,1983 and in 
revised form January 3, 1986) 


1 From the Departments of Epidemiology and 
Biosteiistics of the School of Public Health and 
the Department of Pediatrics of the Medical School; 
The University of Michigan. Ann Arbor. Michigan^ 

* Supported in part by National Research Ser¬ 
vice Award No. 2 T32 HL-07337-06 from the Na¬ 
tional Heart; Lung and Blood Institute 

* Prcsenied in pan at the Annual Meeting of the 
American Thoracic Society, Kansas City, Missouri. 
May 1983. 

* Requests for reprints should be addressed to 
Cecil Burch fie!, Ph. D., Cardiac Research (151), VA 
Medical Center, 1055 Clermont; Denver, CO 80220. 


Source: https://www.industrydocuments.ucsf.edu/docs/lqyxOOOO 


2023383237 



mswi t * o * j»Q m chlohooo 


•67 


yr of age and members of their households 
constituted the study population. 

Questionnaire 

personal, demographic, and medical infor¬ 
mation were ascertained using a standard 
questionnaire. Parents responded for children 
15 yr of age or younger. Several respiratory 
symptoms and illnesses were selected for 
evaluation: these included cough, phlegm, 
wheeze, asthma, bronchitis, and colds settling 
in the chest. In general, questions involved 
a past history of these conditions, rather than 
ascertainment of symptoms and illnesses de¬ 
fined only at the time of interview. Specific 
questions used to define these respiratory con¬ 
ditions and results concerning neonatal, al¬ 
lergic, and other conditions are reported else¬ 
where (43). The diagnostic criteria for asthma, 
reported by Higgins and Keller (44) and 
Broder and coworkers (45), were used, and 
a probable or suspect diagnosis was included 
as asthma. 

Information was available concerning pa- 
^ rental education, family size, and presence or 
absence of parental respiratory symptoms or 
illness. Categories of parental education in¬ 
cluded: (I) at least one parent who did not 
complete high school, (2) both parents com¬ 
pleted high school; and (5) either parent at¬ 
tended college. Family size was defined as the 
number of persons residing in a household. 
Categorical definitions were used to classify 
children according to whether their mothers 
or fathers had a history or diagnosis of the 
specific respiratory condition under study. 

Pulmonary Function 

A Wedge* spirometer (Med-Science Elec¬ 
tronics, Burlington, MA) and a two-channel 
recorder (Sanborn Ca, Waltham^ MA) oper¬ 
ating at a paper speed of 25 mm/s were used 
to measure lung function. Following maxi¬ 
mal inspiration, subjects performed several 
maximal expiratory efforts until 2 satisfac¬ 
tory tracings were obtained. Measurements 
of volume and flow were based on the trac¬ 
ing with the largest vital capacity and were 
adjusted to body temperature and pressure 
saturated with water vapor (stts). 

Seven volume and flow measurements were 
available (46); forced expiratory volume in one 
aecond (FEV,), forced vital capacity (FVC), 
and forced expiratory flow at 507* of vital 
capacity (Vmax M ) were selected for use in this 
study because they have been used in other 
studies and were available at subsequent ex¬ 
aminations. Lung function analyses reported 
here involved young persons 10 to 19 yr of 
age in 1962 through 1965. 

Measures of Passive Smoking 
Children were classified by smoking habits 
of their household members at the time of 
interview. Only cigarette smoking and not pipe 
or cigar smoking was taken into account. Five 
measures of passive smoking were developed. 

L Current and Past Parental Smoking 
Habits: 


TABLE 1 

REGRESSION STATISTICS FOR LUNG FUNCTION MEASUREMENTS. ASYMPTOMATIC NONSMOKING 
MALES AND FEMALES. TECUMSEM. 1962-1*65’ 


R#gr***ion Sta ti st i c* 


&•« 

(yr) 

M—urt 

n 

a 


• th 

R* 

Sy k 

MaJ* 

10-15 

fev; 

626 

-5293 

0115 

0043 

0747 

0423 



FVC 

628 

—6447 

0.116 

0052 

0739 

0507 



Vmax* 

516 

—4311 

0152 

0036 

0490 

0729 


16-19 

FEVi 

127 

-1722 

— _ 

0046 

0269 

0534 



FVC 

127 

-6214 

— 

0064 

0303 

0720 



VmaxM 

124 

-1226 

- 

0034 

0075 

0690 

Fwmato 

10-15 

FEV, 

624 

-1566 

0093 

0032 

0550 

0396 



FVC 

624 

-4122 

0096 

0038 

0559 

0437 



VUiax* 

514 

—2616 

0112 

0031 

0264 

0754 


16-19 

FEV, 

155 

-1197 

— 

0040 

0233 

0432 



FVC 

155 

-1305 

— 

0041 

0220 

0459 



Vrn ax* 

154 

-2.134 

- 

0037 

0054 

0040 


* Ng r mcr mod* Pmdfcmd kmg function - a + h,ap* (yr) + b, (ha«0rt In em) tor 10- to tore**, pmdetad tong 
tonebon • a fern) tor 16 - to Wyr-ekto 


Father Never Current Current Never All 
Mother Never Current Never Current Otbert 

II. Number of Parental Smokers During 
Child’s Lifetime: (0, 1, and 2). 

III. Number of Current Household 
Smokers: (0, I, 2, 3, or more). 

2 V. Duration of Parental SmoLing During 
Child’s Lifetime. 

V. Current Amount of Parental Smoking. 

The first index provided one of the more 
extreme contrasts in passive smoke exposure, 
where children having both parents who never 
smoked are compared with those having both 
parents who were current smokers. Children 
from households where only fathers smoked 
and where only mothers smoked could also 
be compared using this index. The “all others" 
category included children having one or both 
parents who were former smokers. For the 
second index, children were categorized by 
presence or absence of parental smoking dur¬ 
ing the child’s lifetime. To include potential 
prenatal exposure to parental smoking, a 
child’s lifetime was defined as I yr before birth 
to the time of examination in 1962-1965. 
Smoking habits of siblings and relatives who 
were 16 yr of age or older were included with 
those of parents in the classification of cur¬ 
rent household smokers. For duration and 
amount of parental smoking, the number of 
years and average number of cigarettes 
smoked per day by each parent were summed. 

Data Analysis 

Prevalence rates of respiratory symptoms and 
illnesses, and levels of lung function in chil¬ 
dren and adolescents were compared across 
parental smoking categories using 5-yr, age- 
and sex-specific groups. Stratification was 
used initially to control for potential con¬ 
founding by parental education, family size, 
parental history of respiratory symptoms or 
Alness, and active smoking by adolescents. 
Significance was assessed using standard t and 
chi-square tests for differences between means 
and proportions, respectively. Age-adjusted 
prevalence rates were derived using the age 


distribution of all nonsmoking subjects 0 to 
19 yr of age examined in 1962-1965 as a stan¬ 
dard. A Cochran/Mantel-Haenszel procedure 
was used to test for the average partial as¬ 
sociation between passive smoking and a spe¬ 
cific respiratory symptom or illness, control¬ 
ling for the effects of age group and assess¬ 
ing whether a linear trend exists (47). To 
compare age-adjusted means, variances for 
those having or not having a specific respira¬ 
tory condition were calculated, and a sun- ^ 
dard z statistic for comparing means with 
known but unequal variances was used to de¬ 
termine significance. 

Multiple logistic regression (48) was em¬ 
ployed to control for potential confounders 
simultaneously. Sex-specific analyses were 
performed using each respiratory condition 
as the response variable. The number of pa¬ 
rental smokers during a child's lifetime (0,1, 

2) was selected as the independent variable 
of primary interest and was coded using 2 in¬ 
dicator variables. Parental education, family 
size, parental symptom or illness, as well as 
age of the child were considered as covari¬ 
ates. For asthma a diagnosis of hay fever and 
history of other allergies were also included 
in the model as potential predictors. Several 
methods of including age were considered; 
regression coefficient were similar for each. 
Likelihood ratio test (48) were used to com¬ 
part methods of including age, to decide 
whether certain variables should be retained 
in the logistic model, and to confirm whether 
or not statistical interaction was present. 
Goodness of fit for these logistic models was 
assessed using methods proposed by Leme- 
show and HOsmer (49), where information 
from both cases and noncases is incorporated. 

Levels of lung function were expressed as 
a percent of predicted or were adjusted using 
analysis of covariance. Predicted values of 
FEV,, FVC, and Vmax*. were obtained by 
regressing observed values of asymptomatic 
nonsmokers on age and height separately for 
2 age and sex groups using the population 
of nonsmokers 10 to 19 yr of age who were 


i 
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i 
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TABLE 2 


PREVALENCE OF PARENTAL SMOKING AMONG 
SUBJECTS 0 TO 19 YR OF AGE, TECUMSEH, 
1962-1965 


Parantal Smoking 


Fktfwr 

Motttof 

n 

w 

Nt.'tr 


667 

15.7 

Currant 

Currant 

1.136 

31.5 

Currant 

--- 

fwrfi 

963 

27.2 

N*v«r 

Currant 

109 

3.0 

ARothara 

•13 

22.5 

Total 

3,606 

99.9 


free of asthma and wheeze without colds, and 
if 16 to 19 yr of age, free of cough, phlegm, 
and moderate or severe shortness of breath. 
A total of 1,357 nonsmokers 10 to 19 yr of 
age met these criteria and had complete age, 
height, and lung function data (FEV„ FVC, 
or Vmsx*). The significant terms of the 
•elected regression model included age and 
height for those lO to 15 yr of age and height 
only for those 16 to 19 yr of age Regression 
statistics for these models art presented in ta¬ 
ble 1. Models that included powers of height, 
weight, or interaction terms did not increase 
substantially the amount of variation ex¬ 
plained by the simple model employing only 
age and height. Race was not included in the 
models because all subjects are white Regres¬ 
sion statistics for FEV, and Vmax* were pub¬ 
lished previously for nearly the same group 
of children 10 to 15 yr of age (50). Sex-specific 
regressions were used because of differences 
between males and females in lung growth. 

Analysis of covariance models were also 
used to adjust levels of lung function for age 
and height, parental education, and family 
size (51). The covariance mode! assumes no 
interaction and a linear relationship between 
covariates and lung function. Tests for equal¬ 
ity of slopes among those exposed and unex¬ 
posed to parental smoking were performed 
to rule out interaction; linearity was also as¬ 
sessed. Both assumptions for the model were 
met (43). In contrast to the percent of 
predicted method of adjustment, this ap¬ 
proach does not require definition of a healthy 


standard population and allows comparisons 
to be made in units of actual lung volume 
or flow. 


Results 

Prevalence of Passive Smoking 
Prevalence of passive exposure to ciga¬ 
rette smoke was estimated using two- 
parent households where both parents 
were interviewed (table 2). A total of 
61.7% of all subjects 0 to 19 yr of age 
had at least one currently smoking par¬ 
ent; 31.5% had both parents who cur¬ 
rently smoked. Having a father as the 
only parental smoker was far more preva¬ 
lent than having a mother as the only pa¬ 
rental smoker (27.2% versus 3.0%). Only 
15.7% of the subjects 0 to 19 yr of age 
were never exposed to parental smoking. 

Respiratory Symptom and Illness Prevalence 
Prevalence rates of several respiratory 
symptoms and illnesses in Tecumseh have 
been shown previously to vary with age 
and sex (43). Age-specific prevalence 
rates of several respiratory conditions ait 
presented in table 3. For most respira¬ 
tory conditions, prevalence rates tended 
to be higher in males than in females, sig¬ 
nificantly so for phlegm, wheeze, asthma, 
and chest colds in at least one of the age 
groups. Cross-sectional frequencies of 
phlegm, wheeze, and chest colds tend to 
decrease as age increases, whereas with 
cough, asthma and bronchitis prevalence 
rates vary with age in a less consistent 
manner. Age-adjusted prevalence rates 
of 4 respiratory conditions are presented 
by parental smoking category for males 
and females in figures 1 and 2, respec¬ 
tively. For both sexes and all 4 conditions, 
prevalence jit^were higher among non* 
smoking childna^wbos^ parents both 
curren tl^^oj^^mulamong childrpr 
whose parents never smoked. Differences 


table s 


PREVALENCE <W) OF RESPIRATORY SYMPTOMS AND ILLNESSES BY AGE AND SEX. NONSMOKING 
CHILDREN FROM TWO-PARENT HOUSEHOLDS. TECUMSEH. 1962-1966* 
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Fig. 1 Aga-adjuatad pra v toan c# of respiratory condi¬ 
tion* by parantal smoking, msIs nonsmoksrs 0 to 19 
yr o t apt, Tacumaah, 1962-1965. 


were significant for the majority of coof 
ditions; 

When the number of parental smokers 
during a child's lifetime was considered, 
age-adjusted prevalence^ rates were 
highest for children expos^f02paren- 
tal smokers and generally Idwi^rbr un¬ 
exposed children, the trend being signifi¬ 
cant for phlegm, wheeze; i&hma? t and 
colds settling in the chest among males 
and for wheeze, bronchitis ah^d^ set¬ 
tling in the chest among femalentable 
4 ). Although not presented in detail here, 
for all respiratory conditions except bron¬ 
chitis in males, parents of nonsmokers 
0 to 19 yr of age reported smoking sig¬ 
nificantly more cigarettes (mean differ¬ 
ences ranged from 1 to 4 per day) and 
for significantly longer periods of time 
(mean differences ranged from 7 to 24 
months) when a given respiratory symp¬ 
tom or illness was reported for their chil¬ 
dren than when it was not reported, af¬ 
ter adjusting for differences in age (p < 
0 , 0001 ). 

Previous work inTecumseh has shown 
that parental smoking habits are related 
to parental education but not to family 
size (43, 52). In this investigation, level 
of education was highest among house¬ 
holds where both parents never smoked. 
Although not shown here*children from 
households where both parrnti cSnouly 
smoked tended to have higher respiiirory 
symptom; and>illness prevalent* rates 
than those w^re, both pareriS never 
smoked withineich degree of parental 
education and family size. 

When results were stratified by paren¬ 
tal history of a given respiratory condi¬ 
tion, there was some reduction in the 
magnitude of the parental smoking ef¬ 
fect, yet for several conditions the rela¬ 
tionship remained significanflFor exam¬ 
ple, in households where both parents 
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Fifl. 2. Age-adprevalence of respiratory condi¬ 
tion*by parental smoking, female nonsmokers 0 to 19 
yr of ape. Tecumaeh, 1962-1965. 

reported a history of phlegm* male off¬ 
spring had a prevalence rate for phlegm 
of 13.4* 12.5, and 18.5% for 0* I, and 2 
parental smokers* whereas the prevalence 
rate was 14.9, 9.0, and 17:5 %, respec¬ 
tively, when both parents denied history 
of phlegm. Differences remained signifi¬ 
cant for phlegm and asthma among 
males regardless of a history of the same 
symptom or illness in their parents. 

Results obtained using logistic regres¬ 
sion models are presented in table 5. The 
odds ratios represent measures of the 
degree of association between passive 
smoking and each respiratory condition 
controlling for potential confounding by 
age, parental education, and family size. 
For example, the odds of a male 0 to 19 
yr of age having asthma are 2.16 times 
as great if he was passively exposed to 
2 parents who currently smoked than if 
he was unexposed. For both sexes and 
almost all respiratory conditions, odds 
ratios were higher for children with 2 pa¬ 
rental smokers compared with children 
who had never been exposed to parental 
cigarette smoke. Odds ratios tended to 
be higher for males from households 
where mothers were the only smokers 
than for males from households where 
only fathers smoked. The pattern was 
reversed, though less consistently, for 
females. 

When logistic regression models em¬ 
ploying the number of parental smokers 
during a child’s lifetime (0,1, or 2) were 
used as a measure of passive smoking, 
similar odds ratios were obtained for 
most respiratory conditions. When chil¬ 
dren with one parental smoker were 
compared with the unexposed reference 
groups odds ratios were frequently close 
to or less than 1.0, yet did not differ sig¬ 
nificantly from 1.0. This suggests that ex¬ 
posure to one parental smoker, who was 


most often the father* is not associated 
with an increased probability of having 
these respiratory symptoms or illnesses. 
In comparing logistic models using the 

2 different passive smoking measures, the 
-2 log likelihood values and the frac¬ 
tion of variance explained by the models 
art almost identical, suggesting that lit¬ 
tle is gained statistically by categorizing 
parental smoking more completely with 
5 as opposed to 3 levels (43). An analysis 
of the goodness of fit for these logistic 
models revealed close agreement between 
observed and expected cases across 
deciles of risk. 

Pulmonary Function 

Mean lung function expressed as a per¬ 
cent of predicted is presented in figure 

3 for nonsmoking males and females 10 
to 19 yr of age whose parents were both 


never (98 males and 93 females) or cur¬ 
rent (201 males and 199 females) smokers. 
Mean FEV, and FVC for males and 
Vmax** for females were significantly 
lower if both parents were current 
smokers rather than never smokers. 
Results werevirtually identical when 10- 
to 14- and 15- to 19-yr-oId age groups were 
analyzed separately. 

Levels of FEV, and FVC for males and 
Vmaxso for females were inversely related 
to the number of parental smokers dur¬ 
ing a child's lifetime among nonsmokers 
10 to 19 yr of age. Using analysis of covar¬ 
iance to adjust levels of lung function for 
age and height, male nonsmokers 10 to 
19 yr of age from households where both 
parents smoked had a mean FEV, that 
was 144 ml (4.6%) lower than that for 
males with no parental smokers (table 6). 
Similarly, a deficit of 173 ml (4.9%) in 


TABLE 4 

AGE-ADJUSTED PREVALENCE (M>) OF RESPIRATORY CONDmONS BY SEX AND NUMBER 
OF PARENTAL 1 SMOKERS DURING CHILD'S LIFETIME. NONSMOKERS 
0 TO 19 YR OF AGE, TECUMSEH, 1962-1965* 


Mai#* Females 


Nirmt>#r of Par#ntaJ Smoker* Number of Parental i Smoker* 


Respiratory 

0 

1 

2 

0 

1 

2 

Condition 

(n - 339} 

(n - 716) 

(n . 661) 

(n - 360) 

(n - 716) 

(n - 646) 

Cough 

S.6 

64 

114 

64 

8.0 

8.7 

Phlegm 

134 

12.6 

18.8t 

6.7 

13.5 

13 6 

Wheeze 

20 9 

20.4 

26.5* 

16.0 

17:3 

22.9* 

Aathma 

13.4 

11.3 

20.9* 

96 

7.9 

11.7 

Bronchitis 

120 

11.9 * 

15.2 

8 8 

11.3 

13.2* 

Chest cow 

234 

27 6 

32.0* 

200 

224 

27.4* 


* Oaneratoad Cec*vmnA4***-H**nttM M lor aenQ* mo oratio n *> lfarw~wey confar> 9 *ncy 

* p < 0.06 

* p< 0.01 
f p < 0001 


TABLE 5 

OOOS RATIOS RELATING PARENTAL SMOKING TO RESPIRATORY CONDITIONS ADJUSTING FOR 
THIRD VARIABLES USING MULTIPLE LOGISTIC REGRESSION. NONSMOKING MALES 
AND FEMALES 0 TO 19 YR OF AGE, TECUMSEH. 1962-1965*t 


Parental Smoking 


Sex 

Reepiratory 

Condition 

Father 

Mother; 

Never 

Never 

E E 

Jl 

Current 

Never 

Never 

Current 

All 

Other* 

Male 

Cough 


1.0 

1.36 

0.69 

066 

1.20 


Phlegm 


1.0 

1.62* 

0.93 

1.77 

1.15 


Wheeze 


1.0 

1.47* 

1.04 

1.42 

1.21 


Asthma 


1.0 

2 16* 

0.64 

1-37 

1.19 


Bronchilis 


1.0 

1.23 

0.66 

1.46 

1.03 


Chest coW 


1.0 

1.56* 

1.16 

1.30 

1.37 

Female 

Cough 


1.0 

1.17 

1.06 

0 95 

1.30 


Phlegm 


1.0 

1.43 

1.92* 

0.81 

1.44 


Wheeze 


1.0 

1.60* 

1 01 

1.41 

1.10 


Aathma 


1.0 

1.05 

0.65 

1 16 

0.79 


Bronchitis 


1.0 

1.75* 

1.61 

073 

074 


Chest coW 


1.0 

1.39 

119 

0.90 

1.00 


* Odd* nbn er* ratatn* loth* rataranca category wtiara both parant* war* ravr srnofcan 

* Th»d tooJuba M peranu! aducatxw end tamrfy «u* <or an e*cepr aathma w+wr* aga, Kay law. and o«hat 

were uead 

* frgntocant at p< 0 06 
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FVC for males 10 to 19 yr of age and of 
185 ml/s (5.1%) in Vmax» for females 
10 to 19 yr of age was observed. 

Although not presented here, mean 
level of lung function tended to be in¬ 
versely related to the total number of 
smokers in the household; this was most 
evident for FEV K % predicted among 
male nonsmokers, yet sample size was 
small, and trends were not significant 
(43). Lung function was also inverse¬ 
ly related to duration and amount of 
parental smoking among nonsmoking 
males 10 to 19 yr of ag^ but not among 
females (43). 

Differences in lung function across pa¬ 
rental smoking categories were similar in 
magnitude when results were stratified 
across levels of parental education an& 
family size: When each potential coif* 
founder was included in an analysis of 
covariance, model associations between 
passive smoking and impaired lung func¬ 
tion persisted. 

Discussion 

Prevalence rates of respiratory conditions 
and level of lung function have been ex¬ 
amined in a defined community for 
nearly 3,500 young persons in relation 
to the smoking habits of their parents. 
The prevalence of passive exposure to cig¬ 
arette smoke in Tecumseh during the 
1962-1965 time period was similar to that 
found in other population surveys (1,27, 
39). Approximately 62% of those 0 to 
19 yr of age in this study had at least one 
parent who currently smoked compared 
with 54 to 70% reported in other studies. 
Given the large proportion of children 
exposed, the amount of time spent in¬ 
doors, especially by younger age groups, 
and recent energy conservation efforts, 
which reduce ventilation, the public 
health impact of passive smoking could 
be substantial. 

Several indirect measures of passive ex¬ 
posure to household cigarette smoke were 
developed from questionnaire data. Most 


investigations to date have used either a 
dichotomous classification or the num¬ 
ber of current parental smokers as ex¬ 
posure variables; only one study defined 
exposure to parental smoking with ref¬ 
erence to the child’s lifetime (25). A few 
studies have classified exposure based 
on the number of cigarettes currently 
smoked per day (5,9, 18, 53). Although 
results of this investigation were gener¬ 
ally similar for all measures of passive 
smoking, current and past smoking 
habits and the number of parental smok¬ 
ers during a child’s lifetime were most 
useful in assessing passive smoking and 
respiratory outcomes. Misclassification 
of exposure was a potential problem both 
for this investigation and others preced¬ 
ing it. The frequency of contact between 
children and their parents while cigarette 
smoking occurred, as well as exposure 


patterns in day care settings for young 
children of working parents, are addi¬ 
tional factors that should be addressed 
in future research. . 

Passive exposure to cigarette smoke 
was associated with increased prevalence 
of phlegm, wheeze, asthma, and colds 
settling in the'chest among males, and 
wheeze, bronchitis, and colds settling in 
the chest among females in Tecumseh. 
Several cross-sectional studies have 
demonstrated significant associations be¬ 
tween parental smoking and phlegm (17), 
wheeze (17, 21), bronchitis (5-7)Tand 
asthma (12,15), whereas'others have not 
documented such associations (16, 27). 
The lack of significant association be¬ 
tween parental smoking and history of 
cough in this study was consistent with 
results of several studies (16,27) but not 
with those of others (17-19,22). Came¬ 
ron and Robertson (4) were among the 
firstio suggest that differences in illness 
prevalence related to parental smoking 
might be of greater magnitude in geo¬ 
graphic locations where more time is 
spent indoors because of the climate. 

The significant inverse relationship ob¬ 
served in this investigation between pa¬ 
rental smoking and level of lung func¬ 
tion in nonsmokers 10 to 19 yr of age is 
consistent with several previous studies 
(21, 23-26, 54) but not with others (17, 
27,28, 30). Most of the studies showing 
a positive association also demonstrated 
a dose-response relationship. Results of 


TABLE 6 


MEAN ( a SE) LUNG FUNCTION W CHILDREN ADJUSTED FOR AGE ANCHOR HEIGHT USING 
ANALYSIS OF COVARIANCE BY NUMBER OF PARENTAL SMOKERS, TECUMSEH, 1962-1965* 


Sax 

Afl* 

0") 

Panama J 

Smokar* Examined 

W <") 

«v, 

CL) 

FVC 

0-) 

Vmaiw 

<L8) 

Mala 

10-14 

0 

TO 

2*12 ± 0047 

2024 * 0055 

8106 *0063 



1 

197 

2562 ± 0028 

2075 * 0033 

8227 * 0049 



2 

180 

2.480 * 0030 

2.790 * 00341 

8060*0057 


15-19 

0 

41 

4*10*0084 

4041 * 0108 

4066 * 0141 



1 

106 

4067 * 0052 

4043*0067 

4011 * 0068 



2 

75 

4052 * 0062 

4028 * 0080 

4499 * 0106 


10-19 

0 

111 

8139 * 0043 

8565 * 0053 

8626 * 0074 



1 

803 

8060 * 0026 

8466*0032 

8686 * 0045 



2 

255 

2095 * 0028* 

8892*0035* 

85J7 * 0049 

Famala 

10-14 

0 

65 

2373* 0048 

2579*0053 

8365 * 0094 



1 

181 

2080 * 0028 

2593 * 0032 

8238 * 0056 



2 

169 

2366 * 0029 

£561 * 0033 

8187* 0058 


15-19 

0 

50 

8041 a 0057 

8267* 0062 

4074 a Ot27 



1 

109 

8000 * 0039 

8246*0042 

8852 a 0066 



2 

72 

8039 * 0048 

8265 * 0051 

8053 a 0106 


10-19 

0 

115 

2007 * 0097 

2018 * 0040 

8014 a 0076 



1 

290 

2002 * 0023 

2026 ± 0025 

8457 a 0048 



2 

241 

2009 * 0025 

2035 * 0028 

8429 a 0052* 


* Dafcnad Ounng crtkfi Maun* Maudng motan * to yr of aga 
TpcWtt 

* p<wn 


A 
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this research tend to support these find* 
ings for several measures of lung func¬ 
tion, although the minima] level at which 
an effect of parental smoking can be de¬ 
tected remains unclear. Investigators have 
suggested that the lack of association ob¬ 
served in several studies may be due to 
climatic factors (17, 27), selection of a 
pulmonary function measure (peak ex¬ 
piratory flow), which may not be ade¬ 
quately sensitive (30), or small sample 
size (55). Schilling and coworkers (28) did 
not show a significant relationship in 
general, although significantly lower 
maximal flow at 50^® of FVC (MEF*© 
or Vmax»o) was observed among non¬ 
smoking girls whose mothers smoked. 
Tager and coworkers (55) suggested that 
a larger sample might have revealed a 
similar relationship among boys. 

Measures of Jung function in Tecum¬ 
seh children were not entirely indepen¬ 
dent, because values for children of the 
same household were correlated. Intra¬ 
class correlation coefficients of approx- 
‘ Innately 0.25 have been observed between 
siblings, with 0.46 between male siblings 
and 0.66 between female siblings in 
Tecumseh (44). When a random sample 
of one child per household was selected 
from this population, results were essen¬ 
tially unchanged, demonstrating that a 
lack of independence would not account 
for the observed association with passive 
smoking. 

Several investigators have adjusted 
children’s lung function by their parent’s 
lung function (28) or by their parent's 
body mass (55). It is likely, as suggested 
by Weiss and associates (57), that this ad¬ 
justment would mask a true passive 
smoking effect, should it exist. 

Several investigators have attempted to 
control for potential confounders of the 
relationship between passive smoking 
and respiratory outcomes. For example, 
Fergusson and colleagues (5) demon¬ 
strated an increase in bronchitis and/or 
pneumonia during the first 2 yr of life 
in children of mothers who smoked af¬ 
ter controlling for socioeconomic status, 
family size, and maternal age. Several in¬ 
vestigators have shown that the associa¬ 
tion of passive smoking with impaired 
lung function remains significant after 
controlling for parental education (23, 
24), sibship size (21,23), and the child's 
own smoking (25). Results from this 
study indicate that associations of paren¬ 
tal smoking with prevalence of respira¬ 
tory conditions'apd lung function are in¬ 
dependent of' parental education and 
family size. 

Cigarette smoking by children may be 


related to both parental smoking and the 
respiratory outcomes under study. In this 
research, significant relationships be¬ 
tween measures of passive smoking and 
respiratory outcomes have been demon¬ 
strated among children and adolescents 
who were presumed to be never smokers. 
There is a possibility that some of the 
observed passive smoking effect in chil¬ 
dren 10 to 15 yr of age might be due to 
unreported active smoking, and some of 
the effect in those 16 to 19 yr of age might 
be due to inaccurate reporting of their 
smoking habits. In subsequent analyses, 
subjects who were reexamined 15 yT later 
and reported cigarette smoking at an age 
that was younger than their baseline ex¬ 
amination in 1962-1965, were also ex¬ 
cluded and, in general, results were un¬ 
changed. It is unlikely that observed as¬ 
sociations between respiratory conditions 
and parental smoking among the young¬ 
est age groups could be explained by ac¬ 
tive smoking by the children themselves. 

Parents who smoke and report respi¬ 
ratory symptoms or illnesses themselves 
may tend to overreport respiratory con¬ 
ditions in their children; this parental 
reporting bias has been raised as a possi¬ 
ble explanation for passive smoking 
health effects (6, 7, 16, 17, 27, 57). 
Schenker and associates (16) suggested 
that associations between passive smok¬ 
ing and respiratory symptoms and ill¬ 
nesses may be due to shared genetic 
and/or environmental factors, or to over- 
reporting by symptomatic parents for 
their children. Weiss and colleagues (58) 
found an increased risk of atopy in non¬ 
smoking children of smoking mothers 
that was not explained by maternal 
reporting bias. When stratification or 
logistic regression was used in the pres¬ 
ent research to control for parental 
reporting bias, trends were occasionally 
diminished, yet relationships generally re¬ 
mained significant} 

It is possible that some of the observed 
association with passive smoking might 
be due to gas cooking or heating. The 
relationship between gas cooking or heat¬ 
ing and respiratory conditions (16,29,53, 
59-61), and associations with lung func¬ 
tion have been demonstrated in some 
studies (23,29) but not in others (54,55, 
59, 62). Results of a pilot study involv¬ 
ing a sample of 213 nonsmoking women 
from Tecumseh did not show a signifi¬ 
cant relationship between gas cooking 
and FEV, (62). Schenker and associates 
(16) did not find gas cooking to be an 
independent risk factor for chronic re¬ 
spiratory symptoms or illnesses. 

In general, respiratory conditions were 


more prevalent and, although not 
reported here, lung function was lower 
for male offspring when the only smoker 
in a household was the mother rather 
than the father (43). Stronger associa¬ 
tions with maternal smoking than with 
paternal smoking have been observed in 
a number of studies (5* 15, 16, 21, 23, 

53-55,61,63 ,64), This is consistent with 
a potentially greater passive exposure of 
children if their mothers smoke than if 
their fathers sjpoke, because of more time 
spent by offspring in the presence of their 
mothers during this time period. In this 
study, associations of passive smoking 
with respiratory conditions and lung 
function appeared stronger among 
younger than among older age groups 
and among males rather than among fe¬ 
males. Higher prevalence rates of respi¬ 
ratory symptoms and illnesses have been 
observed among younger age groups (2, 

5 t 21) and among male children (21,65). 

Younger age and male sex have been iden¬ 
tified as independent risk factors for 
acute respiratory illnesses and chronic re¬ 
spiratory symptoms (16). Associations 
between maternal smoking and lung 
function were strongest among younger 
male children in one study (64) and 
among female children in others (21,24, 

26, 54)i 

The apparent sex difference observed 
in this research was not explained by a j 
difference in dose or duration of exposure 
to parental smoking. Confounding by ac- I 

tive smoking could account for some of ; 
the significant associations observed in 
males 10 to 15 yr of age if a greater 
proportion of males than of females were 
active smokers. However, such confound¬ 
ing would not account for such associa- j 

tions in the younger age groups. As sug¬ 
gested by Taussig and coworkers (66), the 
sex differential in response to parental !' 

smoke exposure may have a physiologic 1 
basis. The higher prevalence and inci¬ 
dence of asthma among males* for 
example, may be consistent with an in¬ 
creased susceptibility of males to side¬ 
stream cigarette smoke or other pollu¬ 
tants. Weiss and associates (58) recently 
demonstrated significantly elevated odds 
ratios for atopy in males but not in fe¬ 
males with a prior history of bronchioli¬ 
tis or croup. 

The magnitude of association bet ween 
parental smoking and children’s lung 
function appears similar to that found 
in other studies. Whether a decrement 
of 144 ml in FEV t (4.6^o) associated with 
having 2, compared with no, parental 
smokers will become clinically significant 
with increasing age remains to be inves- 
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tigated Tiger and associates (55) recently 
reported a deficit in expected growth of 
hang function in children participating 
in the Six-Cities Study. Additional lon¬ 
gitudinal studies should be conducted to 
further substantiate these long-term ad¬ 
verse effects and to quantitate the mag¬ 
nitude of impact that exposure to paren¬ 
tal cigarette smoke may have on respira¬ 
tory health. More accurate estimates of 
passive smoking using specifically de¬ 
signed questionnaires and biochemical 
markers such as cotinine in urine or saliva 
axe needed 

References 

1. Bonham GS» Wilson RW. Children's health in 
families with cigarette smokers. Am J Public Health 
1981; 7|i290-3. 

2. RaniakaEio P. Relationship of maternal smok¬ 
ing to morbidity and mortality of the child up to 
the age of five. Acta Paediatr Scand 1978; 67:621-31. 

3. Cameron P, Kostin JS, Zaks JM, et al. The 
health of smokers' and nonsmokers’ children. J Ah 

. lergy.1969; 43:336-41. 

4. Cameron P, Robertson D. Effect of home en¬ 
vironment tobacco smoke on family healths J Appl 
Psychol 1973; 57:142^7. 

5. fiifusson DM, Horwood U, Shannon FT, Thy- 
lor B. Parental smoking and lower respiratory ill¬ 
ness in the first three yean of life. J Epidemiol Com¬ 
munity Health 1981; 35:180-4. 

6. Leeder SR, Corkhill R, Irwig LM, Holland WW, 
Colley JRT. Influence of family faaors on the in¬ 
cidence of lower respiratory illness during the first 
year of life. Br J Prev Soc Med 1976; 30-.203-12. 
7: Colley JKT. HoUand WW, Corkhill FT. In¬ 
fluence of passive smoking and parental phlegm 
on pneumonia and bronchitis in early childhood. 
Lancet 1974; 2<7888):l03l-4. 

8 . fergusson DM. Parental smoking and respira¬ 
tory illness in infancy. Arch Dis Child 1980; 
S5J58-6L 

9. Harlap S, Davies AM. Infant admissions to hos¬ 
pital and maternal smoking. Lancet 1974; 
1(7857)^29-32. 

10. Said G, Zalokar J, Lellouch J, Patios E. 
Adcnoidectomy and tonsillectomy in children and 
parental smoking. Lancet 1977; 1(S015):797. 

11. Kraemer MJ, Richardson MA, Weiss NS, et 
al. Risk factors for persistent middle-ear effusions. 
JAMA 1983; 249:1022-5. 

12. 0*ConncD E, Logan G. Parental smoking in 
childhood asthma. Ann Allergy 1974; 32:142-5. 

13. Shephard RJ, Collins R, Silverman F. “Pas¬ 
sive** exposure of asthmatic subjects to cigarette 
smoke. Environ Res 1979; 20:392-402. 

14. Dalms TE, Bolin JF,SlavinRG. Passive smok¬ 
ing: effecu on bronchial asthma. Chest 1981; 
$0:530-4. 

15. Gonmaker SL, Walker DK, Jacobs FH, Ruch- 
Ross H. Parental smoking and childhood asthma. 
Am J Public Health 1982; 72574-9.- 

16. Schenker MB, Samet JM, Spcizer Ft. Rick 
factors for childhood respiratory disease. The ef¬ 
fect of host factors and home environmental ex¬ 
posures. Am Rev Respir Dis 1983; 128:1038*43. 

17. Dodge R. The effects of indoor pollution on 
^rixona children. Arch Environ Health 1982; 
37:151-3. 


X8. Colley JKT. Respiratory symptoms in children 
and parental smoking and phlegm production. Br 
Med J 1974; 2:201-4. 

19. Norman-TkyJor W, Dickinson VA. Dangers for 
children in smoking families. Community Med 
1972; 128:32-3 

20. Ten AI. Respiratory symptoms in children 
whose parenu smoke. West J Med 1981; 133:47-8. 

21. Weiss ST, Tkger IB, Spcizer FE, Rotner B. Per¬ 
sistent wheeze: relationship to respiratory Illness, 
cigarette smoking, and level of pulmonary func¬ 
tion in a population sample of children. Am Rev 
Respir Dis 1980; 122*97-707. 

22. Bland M, Bewley BR, Pollard V, rf al . Effect 
of children’s and parent’s smoking on respiratory 
symptoms. Arch Dis Child 1978; 53:100-5. 

23. Hassdblad V, Humble CG, Graham MG, An¬ 
derson HS. Indoor environmental determinants of 
hing function in children. Am Rev Respir Dis 1981; 
123:479-85. 

24. Kauffmann F, Brihe D. Respiratory function 
in passive smokers* children. Presented at Interna¬ 
tional Epidemiological Association Meeting in 
Edinburgh, Scotland, August 1981. 

25. lager IB, Weiss ST, Rosner B, Spcizer FE. Ef¬ 
fect of parental cigarette smoking on the pulmo¬ 
nary function of children. Am J Epidemiol 1979; 
110:15-26. 

26. YuneD J WG, St Leger AS. Respiratory Ulness, 
maternal smoking habit and lung function in chil¬ 
dren. Br J Dis Chest 1979; 73:230-6. 

27. LebowitiMD, Burrows B. Respiratory symp¬ 
toms related to smoking habits of family adults. 
Chest 1976; 69:48-50. 

28. Schilling RSF, Letai AD, Hui SL, Beck GJ, 
Schoenberg JB, Bouhuys A. Lung function, respi¬ 
ratory disease, and smoking in families. Am J 
Epidemiol 1977; 106:274-83. 

29. Comstock GW, Meyer MB, Helsing KJ, Tock- 
man MS. Respiratory effects of household ex¬ 
posures to tobacco smoke and gas cooking. Am 
Rev Respir Dis 1981; 124:143-8. 

30. Leeder SR, Corkhill RT, Wysocki MJ, Hoh 
land WW, Colley JKT. Influence of personal and 
family factors on ventilatory function of children. 
Br J Pro Social Med 1976; 3<h2l9-24. 

31. Gardner G, Frank AL, Taber LH. Effects of 
aooaJ and family faaors on viral respiratory infec¬ 
tion and illness in the first year of life. J Epidemiol 
Community Health 1984; 38:42-8. 

32. National Academy of Sciences. Indoor Pol¬ 
lutants. Washington DjCj National Academy Press, 
1981. 

33. Schmeltz 1, Hoffman D, Wynder EL. The in¬ 
fluence of tobacco smoke on indoor atmospheres. 
1. An overview. Prev Med 1975; 4*6-82. 

34. U.S. Public Health Service. The healt h conse¬ 
quences of smoking. Chronic obstructive lung dis¬ 
ease A report of the Surgeon General. Washing¬ 
ton, D.C.: VS. Government Printing Office, 1984. 
DHHS Publication. 

35. VS. Public Health Service, Report of work¬ 
shop on respiratory effects of involuntary smoke 
exposure: epidemiologic studies. May 1-3, 1983. 
Washington^ DC.: LLS. Government Printing Of¬ 
fice, 1983. DHHS Publication. 

36 RylanderR. Peterson Y, Snella MC. ETS: en¬ 
vironmental tobacco smoke. Report from a work¬ 
shop on effects and exposure levels. Eur J Respir 
Dis 1984; 65<Suppl 133:1-152). 

37. Higgins MW. Critical review of the reUtiont 
ship between passive exposure to cigarette smoke 
and cardiopulmonary disease In: Gtmmage RB, 


Kaye SV, eds. Indoor air and human health. Chel¬ 
sea, Michigan: Lewis Publishers, 1985; 241-56. 

38. Binder RE, Mitchell CA, Hosein HR, Bou¬ 
huys A. Importance of the indoor environment in 
air pollution exposure. Arch Environ Health 1976; 
31:277-9. 

39. Friedman GD, Petitti DB, Bawol RD. Preva¬ 
lence and correlates of passive smoking. Am J Pub¬ 
lic Health 1983, 73:401-5. 

40. Epstein FH, Napier J A, Block WD, etol. The 
Tecumseh study: design, progress and perspectives. 
Arch Environ Health 1970; 21:402-7. 

41. Higgins MW. The Tecumseh Community 
Health Study. In: Waller R, Lcbowitz M, eds. Epi¬ 
demiological methods for environmental health 
studies. WHO/lEA Monograph. Geneva: WHO, 
1983. 

42. Napier J A, Johnson BC, Epstein FH. The 
Tecumseh Community Health Study. In: Kessler 
II, Levin ML, eds. Casebook of community studies. 
Baltimore: Johns Hopkins Press, 1970; 25-46. 

43. Burchfie! CM. Passive smoking, respiratory 
symptoms, lung function and initiation of smok¬ 
ing in Tecumseh, Michigan. PhJ> dissertation. Uni¬ 
versity of Michigan. Ann Arbor, MI: University 
Microfilms, 1984. 

44. Higgins M, Keller J. Familial occurrence of 
chronic respiratory disease and familial resemblance 
in ventilatory capacity J Chronic Dis 1975; 
28:239-51. 

45. Broder I, Higgins MW, Mathews KP, Keller 
JB. Epidemiology of asthma and allergic rhinitis 
in a total community; Tecumseh, Michigan. 111. Sec¬ 
ond survey of the community. J Allergy Clin Im¬ 
munol 1974; 53:127-38. 

46. Higgins MW, Keller JB. Seven measures of 
ventilatory hing function. Population values and 
a comparison of their ability to discriminate be¬ 
tween persons with and without chronic respira¬ 
tory symptoms and disease, Tecumseh; Michigan. 
Am Rev Respir Dis 1973; 109058-72. 

47. Landis JR, Cooper MM, Kennedy T, Koch GG. 
A computer program for testing average partial 
association in three-way contingency tables (PAR- 
CAT). Comput Programs Biomed 1979; 9023-46. 

48. KJeinbaum DG, Kupper LL, Morjmstern H. 
Epidemiologic research. Principles and quantita¬ 
tive methods. Belmont, CA: Lifetime Learning Pub¬ 
lications. 1982:419-75. 

49. Lemeshcrw S, Hosmer DW Jr. A review of 
goodness of fit statistics for use in the development 
of logistic regression models. Am J Epidemiol 1982; 
115:92-106. 

50. Higgins MW, Keller JB, Becker M, et al: An 
index of risk for obstructive airways disease. Am 
Rev Respir Dis 1982; 125:144-51. 

51. KJeinbaum DG, Kupper LL. Applied regres¬ 
sion analysis and other multivariate methods. Bos¬ 
ton: Duxbury Press, 1978009-20. 

52. Higgins MW, KjeUberg M, Metzner H. Char¬ 
acteristics of smokers and nonsmokers in Tecum- 
•eh, Michigan. 1 The distribution of smoking habits 
in persons and families and their relationship to 
social characteristics. Am J Epidemiol 1967; 
86:45-59. 

53. Ware JH, Dockery DW, Spiro A III, Spcizer 
FE. Ferris BG Jr. Passive smoking, gas cooking, 
and respiratory health of children living in six cit¬ 
ies. Am Rev Respir Dis 1984; 129:366-74. 

54. VcdaJ S, Schenker MB, Samel J M, Spcizer FE. 
Risk faaors for childhood respiratory disease: Anal¬ 
ysis of pulmonary function. Am Rev Respir Dis 
1984; 130:IB7-92. 


*1 


Source: https://www.industrydocuments.ucsf.edu/docs/lqyxOOOO 


2023383243 



35. IB, Wtiss ST, Munoz A, Rosncr B, 
Speizer FE. Longitudinal study of the effects of 
maternal smoking on pulmonary function in chil¬ 
dren. N Engl J Med 1983; 309:699-703. 

56. LebowitrMIXKnudsonRJ, Burrows R Family 
»lfreaalk>n of pulmonary function measurements. 
Am Rev Respir Dis 1964; 129:6-11. 

57. Weiss ST, Ihger IB, Schenker M, Speizer FE. 
The health effects of iovotumary smoking Am Rev 
Respir Dis 1963; 128:933-42. 

36. Weiss ST, Ihger IB, Munoz A, Speizer FE. The 
relationship of respiratory infections in early child¬ 
hood to the occurrence of increased levels of bron¬ 
chial responsiveness and atopy. Am Rev Respir Dis 
1985; 131:573-8. 

59. Florey C, du V* Mdia RJW, Chinn S, er «/. 


The relation between respiratory illness in primary 
school children and the use of fas for cooking. III. 
Nitrogen dioxide, respiratory illness and lung func¬ 
tion, lot J Epidemiol 1979; 8:347-53. 

60. Keller MD,LaneseRR, Mitchell Rl, Cote RW 
Respiratory illness in households using gas and elec¬ 
tricity for cooking. II. Symptoms and objective find¬ 
ings. Environ Res 1979. 19-304-15. 

61. Ek wo EE, Weinberger MM, Lachenbruch PA, 
Huntley WH. Relationship of parental smoking and 
gas cooking to respiratory disease in children. Chest 
1983; *4*62-8. 

62. Jones JR, Higgins ITT, Higgins MW, Keller 
JB. Effects of cooking fuels on lung function in 
nonsmoking women. Arch Environ Health 1983; 
38:219-22. 


63. Berkey CS. Ware JH. Speizer FE, Dockery 
DW, Ferris BG Jr. FEV, growth rate of pceadoles- 
cent children and passive smoking (abstract). Am 
Rev Respir Dis 1984; 129(No 4. Part 2*140). 

64. Ikshkin DP, ClarkVA, Simmons M, etal. The 
UCLA population studies of chronic obstructive 
respiratory disease. VU. Relationship be t wee n pa¬ 
rental smoking and children’s lung function. Am 
Rev Respir Dis 1984; 129391-7. 

65. Monto AS. UlhnanBM. Acute respiratory Al¬ 

ness in an American community. JAMA 1974; 
227:164-9, - 

66. Thussif LM. Cota K, Kahenbom W. Differ¬ 
ent mechanical properties of the lung in boys and 
girls. Am Rev Respir Dis 1981; 123*40^3. 


Source: https://www.industrydocuments.ucsf.edu/docs/lqyxOOOO 


2023383244 



